symptoms continued after dilatation; 13 others had occasional symptoms only. Though health gradually deteriorates even if symptoms are controlled by dilatation and drugs, 41 patients had a satisfactory quality of life after surgery (groups SA, B, and C)
There is strong epidemiological evidence to support a relation between colonisation of the gastric antrum with Helicobacter pylon' (previously Campylobacter pylon) and duodenal ulcers,' though the basis of this association is speculative. We recently showed that in patients with duodenal ulcers secretion of gastric acid stimulated by pentagastrin and postprandial plasma gastrin concentrations are significantly higher in patients positive for H pylon' than in those negative for the organism.2 In the present study we examined whether the high postprandial gastrin concentrations respond to treatment that eradicates H pylon'.
Patients, methods, and results
We studied 51 patients with active duodenal ulcers. Seven were negative for H pylon' and 44 positive on urease testing of antral biopsy specimens.2 Secretion of gastric acid was determined with pentagastrin (6 [g/kg/h). Venous blood was collected before and after a standard meal for radioimmunoassay of gastrin.2
Peak secretion of acid stimulated by pentagastrin was 45 2 (SEM 3 0) mmol/h in the patients who were positive for H pylon compared with 29-7 (4 0) mmol/h in those who were negative (p<0 05). Basal gastrin concentrations were significantly higher in the patients who were positive for H pylori (13 1 (2 0) v 6-3 (2-6) pmol/l, p<005). Integrated plasma gastrin responses to the standard meal were 1564 (267) pmol.min/l in the patients positive for H pylon ' and 965 (248) pmol.min/l in those negative for H pylorn (p<O0O5).
Ten of the patients positive for H pylon were treated with metronidazole 400 mg thrice daily for two weeks and colloidal bismuth subcitrate 120 mg four times daily for four weeks.-Two days after completing treatment nine patients were negative for the organism. Integrated postprandial gastrin responses fell from 1184 (350) to 498 (117) pmol.min/l (p=0005) while peak rates of secretion of acid remained unchanged (figure). Basal gastrin concentrations, however, were not significantly lower after treatment (7-5 (1 8) v 6-7 (1-9) pmol/l, respectively). Changes in integrated postprandial gastrin responses and peak acid output in 10 patients before and after treatment with colloidal bismuth subcitrate for four weeks and metronidazole for two weeks.
Comment
Q-0 =Patient in whom urease test after treatment yielded weakly positive result urea in the stomach to produce ammonia. We therefore postulate that ammonia increases the pH in the mucus layer that overlies the gastric antrum, resulting in impairment of the normal inhibition of gastrin release by intraluminal acid. This is the first report of a fall in postprandial plasma gastrin responses after eradication of H pylon in patients with duodenal ulcers. This could explain the reduced likelihood of relapse of ulcers in patients treated with agents that suppress or eradicate H pylon'.' The fall in postprandial plasma gastrin concentrations, which does not occur after treatment with H2 antagonistss and is therefore not simply a result of the ulcer healing, would be expected to result in a diminished postprandial secretory drive on the gastric parietal cells. Another probable long term result of the lower gastrin concentrations is a reduction in the number of parietal cells owing to a reduction in the trophic effect of gastrin on these cells. Peak acid output, which reflects the parietal cell mass, did not fall significantly in our patients after one month of 
